Estrogen Receptor 3 Promotes Renal Cell Carcinoma Progression via Regulating
LncRNA HOTAIR-mMIiR-138/200c/204/217 Associated CeRNA Network
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Figure 7. ERB/HOTAIR-modulated ceRNA system regulates multiple oncogenes in RCC cells. (a) The
0eHOTAIR interrupted the ER[B knockdown-mediated increase of miR-200c¢/138/204/217. (b) The shHOTAIR
reversed the ER[B-mediated decrease of miRNAs. (c) Sequences of the four tumor suppressor miRNAs with
respective confirmed/putative miRNA targeting site(s) in the 3' UTR sequences. (d,e) Western blot
demonstrated that HOTAIR could rescue those oncogene protein levels change induced by ER[3 in 786-0
cells and A498 cells. (f) Diagram illustrating the entire ERB/HOTAIR mediated oncogene signaling network in
RCC. Data are mean = SD, ** P< 0.01.
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